Introduction
============

A patient complaining of sudden onset of epigastric pain radiating to the back, associated with nausea and vomiting, requires rapid exclusion of a wide range of life-threatening conditions involving the cardiovascular (myocardial infarction, ruptured, and/or dissecting aortic aneurysm) and gastrointestinal (peptic ulcer disease with perforation or bleeding, acute pancreatitis) systems. The clinician's history and examination findings are augmented by relevant investigations in narrowing the differential diagnoses to eventually guide the management and treatment of a certain condition and its associated complications.

The incidence of acute pancreatitis in the UK is \~56 cases per 100,000 persons per year,[@b1-jir-11-077] while in the US over 220,000 hospital admissions annually are attributed to acute pancreatitis.[@b2-jir-11-077] An epidemiologic study that utilized UK and European data demonstrated an increasing incidence in all-cause acute pancreatitis.[@b3-jir-11-077] The incidence of acute pancreatitis was also noted to increase with age.[@b3-jir-11-077],[@b4-jir-11-077] The male population had an incidence that was 10%--30% higher than females.[@b4-jir-11-077] Despite a reduction in the case fatality being observed over time, the population mortality has remained largely unchanged.[@b3-jir-11-077] Of all hospital admissions with acute pancreatitis, \~20%--30% of patients have a severe course,[@b1-jir-11-077] while severe life-threatening complications will develop in \~25% of these patients.[@b4-jir-11-077] The mortality in severe acute pancreatitis can be as high as 30%,[@b2-jir-11-077] but the overall mortality in acute pancreatitis is estimated to be 5%.[@b1-jir-11-077]

Gallstones remain the most common cause for acute pancreatitis. Gallstone-related acute pancreatitis accounts for approximately half of all UK cases, while up to 25% of acute pancreatitis cases can be attributed to alcohol.[@b1-jir-11-077] Epidemiologic data have shown a linear increase in the incidence of gallstone pancreatitis across the UK and European countries studied. However, the UK has a much lower incidence of alcohol-induced pancreatitis compared with European studies.[@b3-jir-11-077] Alcohol-induced acute pancreatitis is more common in middle-aged men. Idiopathic acute pancreatitis accounts for 20%--34% of cases and its incidence is similar in both men and women.[@b3-jir-11-077] The incidence of idiopathic acute pancreatitis depends on the extent to which a clinician investigates a patient's episode of acute pancreatitis for its causative etiology. Recent advances in laboratory pathology tests and radiologic imaging techniques have contributed to a reduction in the number of acute pancreatitis cases being labeled as idiopathic.

The incidence of gallstone-related acute pancreatitis in both men and women increases with age, with women over the age of 60 years at higher risk.[@b2-jir-11-077],[@b3-jir-11-077] Patients with gallstones smaller than 5 mm, microlithiasis, or biliary sludge are thought to be at higher risk of gallstone pancreatitis. Microlithiasis causes a functional obstruction at the sphincter of Oddi, which subsequently results in bile and/or biliary-pancreatic secretion reflux that injures the pancreatic duct.[@b5-jir-11-077] The common channel theory in the pathogenesis of acute gallstone pancreatitis has been refuted by some.[@b6-jir-11-077] Instead, it has been postulated that acute gallstone pancreatitis is the result of pancreatic acinar hyperstimulation secondary to ductal obstruction that triggers trypsin release, which induces a cascade of enzyme-led pancreatic and peripancreatic inflammation.[@b6-jir-11-077] Others speculate that duodenal content reflux is more causative of pancreatic ductal injury than bile reflux.[@b7-jir-11-077] There are multiple theories implicated in the pathogenesis of acute pancreatitis, and all remain controversial.

Inappropriate release and activation of pancreatic enzymes induce acute pancreatitis. The key enzyme in the activation of pancreatic zymogens has been thought to be trypsin. The inappropriate activation of trypsinogen to trypsin and the lack of prompt pancreatic clearance of active trypsin result in pancreatic inflammation and subsequent triggering of the inflammatory cascade.[@b2-jir-11-077] Cytokines including interleukin (IL)-1, IL-6, IL-8, tumor necrosis factor *a*, and platelet-activating factor are released.[@b7-jir-11-077] These in turn induce the hepatic synthesis of acute phase reaction proteins such as C-reactive protein (CRP). Leukocyte migration and activation may represent the major determining factor for both local and systemic complications.[@b4-jir-11-077]

Diagnosis of acute pancreatitis
===============================

In their 2005 guidelines, the UK Working Party on Acute Pancreatitis suggested that the etiology should be determined in at least 80% of cases of acute pancreatitis. Furthermore, the classification of cases of idiopathic acute pancreatitis should be no more than 20%.[@b8-jir-11-077] Therefore, patients are subjected to extensive investigations to determine the underlying etiology.

The pretest probability of acute pancreatitis is determined by the clinician's index of suspicion, which is largely based on the patient's history and clinician's examination findings.[@b4-jir-11-077] The classical teaching is that a serum amylase level that is three or four times greater than the upper limit of normal is diagnostic of acute pancreatitis. While the measurement of serum pancreatic enzymes such as amylase is the "gold standard" for the diagnosis of acute pancreatitis, the measured value for the serum pancreatic enzymes should be interpreted by considering the duration of patient's symptoms.

In acute pancreatitis, the pancreatic enzymes amylase, lipase, elastase, and trypsin are simultaneously released into the bloodstream. As the clearance of each of these enzymes varies, the timing of the blood sampling from the onset of acute pancreatitis affects the test's sensitivity.[@b4-jir-11-077] Lipase has a higher diagnostic accuracy compared to amylase as the serum lipase levels are elevated for a longer period.[@b9-jir-11-077] Caution should be exercised when interpreting amylase results in patients with hypertriglyceridemia as they can have a falsely low amylase result.

During an attack of acute pancreatitis, the elevation of alanine aminotransferase to \>150 IU/L is a predictive factor for biliary cause of acute pancreatitis.[@b10-jir-11-077] A previous meta-analysis has indicated that this threefold elevation in alanine aminotransferase has a positive predictive value of 95% in diagnosing acute gallstone pancreatitis.[@b11-jir-11-077]

The biochemical measurement of trypsinogen activation peptide (TAP) and trypsinogen-2 is more useful as a diagnostic marker for acute pancreatitis due to their accuracy, but their evaluation is limited by availability.[@b9-jir-11-077] Early elevated levels of urinary TAP have been shown to be associated with severe acute pancreatitis.[@b4-jir-11-077] Other markers such as IL-6 and IL-8,[@b9-jir-11-077] as well as phospholipase A2 have been summarized well elsewhere,[@b12-jir-11-077] and are not routinely measured in clinical practice in the UK.

Management of acute pancreatitis
================================

Classification of severity
--------------------------

Mastery of the management of acute pancreatitis is an art that can challenge experienced clinicians at the best of times. One facet to the art of managing acute pancreatitis is classification of the disease severity so that one can recognize, anticipate, and treat accordingly complications of the disease. The revised 2012 Atlanta criteria for classification of the severity of acute pancreatitis are widely accepted.[@b13-jir-11-077] This revised classification defines transient organ failure as organ failure which resolves completely within 48 hours, whereas failure of resolution of organ failure is defined as persistent. The presence of persistent organ failure, usually with one or more local complications, indicates severe acute pancreatitis. On the other hand, the absence of organ failure without any local or systemic complications indicates mild acute pancreatitis. "Moderately severe acute pancreatitis", indicated by transient organ failure and/or local or systemic complications in the absence of persistent organ failure, is the new grade of severity between mild and severe that was introduced in the revised classification.[@b13-jir-11-077] Multiple scoring systems for the prediction of the disease severity and prognostic implications exist.[@b12-jir-11-077],[@b14-jir-11-077] The prognostic features aid the clinician in predicting complications of acute pancreatitis.[@b8-jir-11-077]

The Acute Physiology and Chronic Health Evaluation (APACHE) II scoring system has demonstrated the highest accuracy for predicting severe acute pancreatitis when compared with other scoring systems.[@b15-jir-11-077] Other markers of severe acute pancreatitis based on evidence from the literature have been outlined in [Box 1](#bx1-jir-11-077){ref-type="boxed-text"}. The APACHE II score can be repeated daily and its trends correlate well with clinical progress or deterioration. However, there is no significant difference in the prognostic accuracy between the APACHE II and multiple factor scoring systems such as Ranson, computed tomography severity index (CTSI),[@b15-jir-11-077],[@b16-jir-11-077] and the bedside index for severity in acute pancreatitis.[@b17-jir-11-077]

###### The clinical, biochemical, and radiologic markers that assist in the classification of severity of an acute pancreatitis episode

1.  Obesity[@b4-jir-11-077],[@b8-jir-11-077]

2.  APACHE II score ≥8 on admission[@b4-jir-11-077],[@b8-jir-11-077],[@b20-jir-11-077]

3.  Evidence of organ dysfunction on admission

4.  CRP ≥ 150mg/L at 48 hours post-admission[@b4-jir-11-077],[@b8-jir-11-077],[@b12-jir-11-077],[@b18-jir-11-077],[@b20-jir-11-077]

5.  Glasgow score \>3 at 48 hours post-admission[@b15-jir-11-077],[@b16-jir-11-077]

6.  Evidence of necrosis on contrast-enhanced CT (CECT)[@b25-jir-11-077]

7.  Procalcitonin \>1.8 ng/mL[@b19-jir-11-077],[@b24-jir-11-077]

**Notes:** These aid the clinician with identifying patients who should have early intensive care input or treatment. Patients with any combination of the above should be classed as severe acute pancreatitis and thus monitored for complications within an escalated level of care.

**Abbreviations:** APACHE, Acute Physiology and Chronic Health Evaluation; CRP, C-reactive protein.

The CRP is a reliable, easily accessible, single marker of assessing severity. It has demonstrated good prognostic accuracy for severe acute pancreatitis, pancreatic necrosis, and in-hospital mortality when measured at 48 hours following hospital admission.[@b18-jir-11-077],[@b19-jir-11-077] Another cheap and easily obtainable parameter indicative of the severity of acute pancreatitis is the hematocrit. An admission hematocrit ≥44% or failure of the hematocrit to decrease at 24 hours following admission is indicative of severe acute pancreatitis in the early stage of the disease.[@b20-jir-11-077] Additionally, some studies have demonstrated that hemoconcentration has been associated with the risk of developing necrotizing pancreatitis and organ failure,[@b20-jir-11-077],[@b21-jir-11-077] while others refute this observation.[@b22-jir-11-077],[@b23-jir-11-077] The absence of hemoconcentration on admission has a high negative predictive value for the development of necrosis.[@b22-jir-11-077],[@b23-jir-11-077] Other markers such as procalcitonin[@b19-jir-11-077],[@b24-jir-11-077] and IL-8, not used routinely in the UK, have been shown to have high predictive accuracy in classifying the severity of necrotizing pancreatitis in the first days of the disease.

The inflammatory response varies between each individual patient. The release of intrapancreatic enzymes triggers the release of proinflammatory mediators and macrophage activation within acinar cells resulting in local complications of acute pancreatitis, which include pancreatic necrosis with or without infection, pancreatic pseudocyst formation, pancreatic duct disruption, and peripancreatic vascular complications. It is unclear why in some patients the local pancreatic inflammation triggers a systemic release of proinflammatory mediators. However, this systemic inflammatory response manifests as organ failure, and its recognition and treatment are important in altering the clinical course of acute pancreatitis.

Imaging
-------

Imaging plays an important role in the diagnosis and management of acute pancreatitis. As 50% of acute pancreatitis cases are gallstone-related, transabdominal ultrasound is the most common initial radiologic investigation of choice. Ultrasonography has the highest sensitivity for detection of gallbladder stones, but a poor sensitivity for choledocholithiasis ([Table 1](#t1-jir-11-077){ref-type="table"}). The retroperitoneally sited pancreas is usually difficult to visualize in acute pancreatitis during ultrasonography, which can be further compounded by overlying bowel gas, large patient body habitus, and abdominal pain. In the assessment of the presence or absence of gallstones, it is recommended that at least two good quality ultrasound examinations are obtained. Where the first exam is negative and cannot detect gallstones, the most sensitive test for diagnosis of gallstones that may have been initially missed remains a further ultrasound examination.[@b4-jir-11-077]

In patients with suspected acute pancreatitis, dynamic contrast-enhanced CT (CECT) is the imaging modality of choice. CECT plays a role in establishing the diagnosis, staging the severity of the disease, and assists in the detection of complications.[@b4-jir-11-077],[@b25-jir-11-077] However, it must be borne in mind that the staging of severity and detection of complications depend on the timing of CT scanning. In the first 24--48 hours, the CT findings of necrosis may be equivocal as only 25% of patients with acute pancreatitis develop necrosis. Additionally, pancreatic necrosis may not develop within the first 48 hours.[@b20-jir-11-077] In severe acute pancreatitis, unless the patient is critically ill and in need of emergency intervention, the initial CT scan should ideally be obtained at least 72 hours following symptom onset.[@b4-jir-11-077]

The use of CECT in the localization of site and/or extent of pancreatic necrosis enhances the accuracy in outcome prediction, as evident from the development of the CTSI. High CTSI scores correlate with worsening severity and prognosis, pancreatic infection, and need for intervention.[@b26-jir-11-077],[@b27-jir-11-077] For example, patients with necrosis of the pancreatic head have similar poor outcomes in comparison to patients whose entire pancreas was affected.[@b28-jir-11-077] A modified CTSI has been developed for evaluating the severity of acute pancreatitis, but no significant differences have been observed when compared to the original CTSI. However, both CTSI scoring systems have demonstrated superior accuracy in diagnosing clinically severe acute pancreatitis when compared to the APACHE II severity scoring system.[@b29-jir-11-077]

Magnetic resonance imaging in the form of magnetic resonance cholangiopancreatography (MRCP) has become a popular imaging modality for evaluation of the bile ducts and pancreatic duct. Its benefits in acute pancreatitis are outlined in [Box 2](#bx2-jir-11-077){ref-type="boxed-text"}. MRCP is reliable in diagnosing choledocholithiasis, and is only superseded by endoscopic ultrasound (EUS) in its sensitivity for detecting choledocholithiasis ([Box 2](#bx2-jir-11-077){ref-type="boxed-text"}). The limitations of MRCP include contraindication in patients with pacemakers and other metal objects, long image acquisition times, and difficulty with scanning critically ill patients.

The advent of MRCP and EUS has dramatically reduced the need for ERCP as a diagnostic tool in choledocholithiasis. EUS is the most reliable pretherapeutic diagnostic modality for choledocholithiasis,[@b34-jir-11-077] and when utilized with MRCP, both imaging modalities provide a safer method for investigating choledocholithiasis compared to ERCP, which is itself associated with a risk of postprocedural pancreatitis. EUS is particularly useful in the assessment of microlithiasis, which has been attributed as a cause of recurrent acute pancreatitis in patients with no evidence of choledocholithiasis visible using other imaging modalities. EUS also confers the ability to evaluate ductal abnormalities.

###### The benefits of magnetic resonance imaging in acute pancreatitis.[@b36-jir-11-077]

-   Nonionizing radiation -- useful in following up patients with repeated scans;

-   Ability to detect choledocholithiasis;

-   Ability to demonstrate the presence of a disconnected pancreatic duct -- useful in predicting complications and of some prognostic value;

-   Ability to characterize pancreatic and parenchymal collections or abscesses -- detecting complications of acute pancreatitis, therefore guiding management;

-   With angiography, useful in identifying hemorrhage within pancreatic or peripancreatic collections or pseudocysts, and identifying pseudoaneurysms to guide further management.

Fluid therapy in acute pancreatitis
-----------------------------------

The initial management of acute pancreatitis is largely supportive, with fluid replacement and optimization of electrolyte balance, providing adequate caloric support, and preventing or identifying and treating local and systemic complications.

The local and systemic inflammatory response in acute pancreatitis results in fluid depletion in the form of vomiting, reduced oral fluid intake, third-space fluid loss, and increased insensible losses in sweat and respiration. Fluid replacement in acute pancreatitis can be undertaken using crystalloid, colloid, or a combination of both. Ringer's lactate is the preferred crystalloid fluid,[@b37-jir-11-077] but caution should be exercised in hypercalcemic patients. The literary evidence for recommendations for fluid resuscitation has been summarized previously.[@b38-jir-11-077] However, to date, there is no clear agreed consensus regarding the ideal fluid type and regimen for fluid resuscitation.[@b39-jir-11-077],[@b40-jir-11-077] The goal of fluid resuscitation is to achieve a urine output of ≥0.5 mL/kg/h and a target heart rate \<120/min, and maintain hematocrit between 35% and 44%.[@b39-jir-11-077] Supplemental oxygen should complement fluid resuscitation to maintain arterial oxygen saturations \>95%.

Nutrition in acute pancreatitis
-------------------------------

Acute pancreatitis results in the rapid metabolism of fat and protein due to the hypercatabolic state. Nutritional support aims to provide adequate caloric intake and modulate the oxidative stress response during the initial phase of acute pancreatitis, thereby counteracting the catabolic effects.[@b41-jir-11-077] Additionally, enteral nutrition maintains intestinal motility, which preserves the gut barrier function and subsequently reduces the risk of secondary infections -- it has been hypothesized that the infective complications of acute pancreatitis arise because of bacterial translocation from the gut, a consequence of altered intestinal motility, bacterial overgrowth, and increased intestinal permeability.[@b39-jir-11-077] Enteral nutrition, compared to total parenteral nutrition, in acute pancreatitis is associated with better clinical outcomes.[@b42-jir-11-077]

Immediate oral feeding with the introduction of a soft diet,[@b43-jir-11-077] low-fat solid diet,[@b44-jir-11-077] or a full solid diet[@b45-jir-11-077] is safe in patients with mild acute pancreatitis whose pain is settling. Oral feeding in mild acute pancreatitis has been shown to result in shorter duration of hospitalization with no significant pain relapse noted after initiation of refeeding.[@b43-jir-11-077],[@b45-jir-11-077] However, caution should be exercised in patients whose pain relapses following early oral refeeding, as this has been shown to increase their hospital stay.[@b46-jir-11-077]

In patients with severe acute pancreatitis, there is good evidence that enteral nutrition is preferred over total parenteral nutrition. Total parenteral nutrition is associated with a significant increase in local and systemic infective complications, multiorgan failure, and mortality.[@b42-jir-11-077],[@b47-jir-11-077],[@b48-jir-11-077] Enteral nutrition within 48 hours of admission modulates the inflammatory and sepsis response,[@b41-jir-11-077],[@b49-jir-11-077] which has demonstrated clinically significant reduction in all infections and mortality in one study.[@b50-jir-11-077] However, two randomized clinical trials comparing early enteral feeding vs delayed enteral feeding in acute severe pancreatitis failed to demonstrate superiority of early enteral feeding in reducing complications, organ failure, and mortality in these patients.[@b51-jir-11-077],[@b52-jir-11-077] Enteral feeding can be administered via the nasogastric and nasojejunal routes. Nasogastric feeding is safe and has comparable outcomes to nasojejunal feeding in severe acute pancreatitis.[@b53-jir-11-077],[@b54-jir-11-077] The UK Working Party on Acute Pancreatitis recommends the use of the enteral route for nutritional support, if tolerated, in patients with severe acute pancreatitis. It also acknowledges that the evidence to support the use of enteral nutrition in all patients with severe acute pancreatitis is not conclusive.[@b8-jir-11-077]

Antibiotic therapy in acute pancreatitis
----------------------------------------

Secondary infective complications of acute pancreatitis are associated with increased mortality.[@b8-jir-11-077] The widespread use of antimicrobial therapy across all areas of health care has resulted in the need for targeted antimicrobial therapy to achieve better outcomes while simultaneously minimizing the risk of developing antimicrobial resistance. Like the debate surrounding nutrition in acute pancreatitis, there have been controversies with the use of antimicrobials in acute pancreatitis.

The spectrum of microorganisms responsible for infected necrosis is changing.[@b4-jir-11-077] Although Gram-negative aerobic bacteria are commonly yielded in cultures of infected pancreatic necrosis, Gram-positive bacteria, anaerobes, and fungi have also been isolated.[@b55-jir-11-077] Penicillins, first-generation cephalosporins, aminoglycosides, and tetracyclines are ineffective in acute pancreatitis. Antibiotics that are active against Gram-negative bacteria such as imipenem, clindamycin, piperacillin, fluoroquinolones, and metronidazole have adequate tissue penetration and bactericidal properties in infected pancreatic necrosis.[@b56-jir-11-077] Compared with other intravenous antibiotics, carbapenems are associated with a significant reduction in mortality, while use of imipenem significantly reduced the incidence of infected pancreatic necrosis.[@b55-jir-11-077],[@b57-jir-11-077] Caution should be exercised when interpreting results of the meta-analyses as the patient numbers are relatively small.[@b57-jir-11-077],[@b59-jir-11-077]

Studies conducted two decades ago focused on the use of antibiotic prophylaxis in preventing the infective complications in severe acute pancreatitis. Systematic reviews and meta-analysis of these studies demonstrated a reduction in mortality with antibiotic prophylaxis.[@b58-jir-11-077],[@b59-jir-11-077] Two decades later, there is now good evidence to suggest that there is no significant decrease in mortality when patients with acute pancreatitis are treated with prophylactic antibiotics. Furthermore, prophylactic antibiotics are not associated with a significant reduction in infective complications of pancreatic necrosis.[@b57-jir-11-077],[@b60-jir-11-077],[@b61-jir-11-077]

Surgical intervention in acute pancreatitis
-------------------------------------------

The surgical management for acute pancreatitis can be divided into the surgical management of acute gallstone pancreatitis and the surgical management of complications of acute pancreatitis. [Figure 1](#f1-jir-11-077){ref-type="fig"} summarizes the management of mild acute pancreatitis, including cases whose etiology is related to gallstones.

In patients with mild acute gallstone pancreatitis who are fit for cholecystectomy, the guidelines recommend that the procedure should ideally be performed at the index admission,[@b62-jir-11-077] and should not be delayed by \>2 weeks.[@b8-jir-11-077],[@b63-jir-11-077] Early laparoscopic cholecystectomy in this cohort of patients can shorten the total hospital stay.[@b64-jir-11-077] On the other hand, studies involving patients with mild acute gallstone pancreatitis who underwent interval (delayed) cholecystectomy observed a high risk of readmission with recurrent biliary events.[@b8-jir-11-077],[@b65-jir-11-077] For patients who are at high risk or unfit for cholecystectomy, or in centers where in-patient cholecystectomy during the index admission is not a feasible option, ERCP and endoscopic sphincterotomy (ES) alone may be sufficient. ES can reduce the short-term risk of a second attack of pancreatitis by at least 50%.[@b4-jir-11-077]

All patients with acute gallstone pancreatitis should have imaging of the common bile duct to assess for choledocholithiasis ([Box 2](#bx2-jir-11-077){ref-type="boxed-text"}). Preoperative imaging utilizes noninvasive methods such as transabdominal ultrasound and/or MRCP, while intraoperative cholangiography provides real-time imaging of the common bile duct. Management of choledocholithiasis is reliant upon availability of local expertise and can be broadly classified into 1) the single-stage approach -- laparoscopic or open cholecystectomy with intraoperative cholangiography and common bile duct exploration, or 2) two-stage approach -- preoperative ERCP with or without ES followed by laparoscopic or open cholecystectomy. There is no significant difference in the morbidity, mortality, retained stones, and failure rate between the two management approaches for choledocholithiasis.[@b66-jir-11-077],[@b67-jir-11-077]

In centers where the availability of appropriate surgical expertise allows the single-stage definitive management of mild acute gallstone pancreatitis, promising results have been yielded. Low complication and conversion rates have been observed, although the selection of patients with uncomplicated mild acute gallstone pancreatitis may account for this.[@b68-jir-11-077],[@b69-jir-11-077] Postoperative MRCP and/or ERCP are options available to clinicians should there be any concern regarding retained stones or alternative pathologies.[@b68-jir-11-077] The combination of laparoscopic cholecystectomy and preoperative ES has also demonstrated a safe and reliable approach in dealing with choledocholithiasis during acute gallstone pancreatitis.[@b70-jir-11-077]

In patients with severe acute gallstone pancreatitis with choledocholithiasis and/or cholangitis, the evidence suggests that performing ERCP within 72 hours of admission reduces the morbidity and mortality in this group of patients.[@b71-jir-11-077] Furthermore, ERCP reduces the length of hospital stay in patients with acute severe gallstone pancreatitis. To date, there is no evidence for or against early laparoscopic cholecystectomy for patients with severe acute gallstone pancreatitis.

Local complications of acute pancreatitis include pancreatic necrosis with or without infection, pancreatic pseudocyst formation, pancreatic duct disruption, and peripancreatic vascular complications. These local complications can be managed using a combination of endoscopic, radiologic, and surgical techniques, and have been reviewed previously.[@b72-jir-11-077] Open surgical debridement requires multiple laparotomies and is consequently associated with a high postoperative morbidity. However, surgical techniques have evolved to become minimally invasive, which may be associated with better outcomes.[@b73-jir-11-077]

The "skunk procedure" utilizes imaging to advance catheters (drains) over their guidewires into the infected area within the lesser sac. Closed continuous lavage is then initiated once the catheters are in a satisfactory position.[@b74-jir-11-077] The drainage catheters facilitate a pathway into the lesser sac when performing a video-assisted minimally invasive retroperitoneal pancreatic necrosectomy. Endoscopic transgastric or transduodenal drainage of infected pancreatic necrosis or pancreatic pseudocysts is another technique associated with lower morbidity than open surgical debridement. The minimally invasive techniques for dealing with complications of acute pancreatitis require a multidisciplinary approach with specialist personnel, skills, and equipment. The procedures should ideally be undertaken in centers where there is readily available expertise to manage any complications.

Conclusion
==========

Acute pancreatitis is frequently encountered on the emergency surgical take. Once the diagnosis is made, clinical efforts should simultaneously concentrate on investigating for the underlying etiology and managing the condition by anticipating its complications, which can be aided by using any of the severity scoring systems described. Management of acute pancreatitis is largely supportive. There is still no consensus on the ideal type and regimen of fluid for resuscitation, but goal-directed fluid therapy is associated with better outcomes. Early enteral nutrition modulates the inflammatory response and improves outcomes by decreasing infective complications of acute pancreatitis. Antibiotics should be used judiciously as prophylactic antibiotics have not shown any benefit in preventing infective complications of acute pancreatitis. Patients with mild acute gallstone pancreatitis should be recommended to undergo a laparoscopic cholecystectomy at the index admission, while those with severe gallstone pancreatitis and evidence of cholangitis and/or choledocholithiasis benefit from early ERCP. Patients with mild acute gallstone pancreatitis and concurrent choledocholithiasis benefit from single-stage laparoscopic cholecystectomy and bile duct exploration, subject to available local expertise. There is no difference in mortality and morbidity between the single-stage and double-stage management of choledocholithiasis. However, the single-stage approach reduces the length of hospital stay and need for recurrent admissions.
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![A flowchart encompassing the patient's journey from diagnosis of acute pancreatitis through to further investigation and definitive management.\
**Abbreviations:** CBD, common bile duct; CT, computed tomography; ERCP, endoscopic retrograde cholangiopancreatography; EUS, endoscopic ultrasound; HIDA, fatty meal hepatobiliary iminodiacetic acid scan; LFT, liver function test; MRCP, magnetic resonance cholangiopancreatography; TUS, transabdominal ultrasound.](jir-11-077Fig1){#f1-jir-11-077}

###### 

Comparison of the different imaging modalities available when diagnosing choledocholithiasis

  Imaging modality            Sensitivity (%)                                                Specificity (%)                                               Positive predictive value (%)             Negative predictive value (%)             Accuracy (%)
  --------------------------- -------------------------------------------------------------- ------------------------------------------------------------- ----------------------------------------- ----------------------------------------- -------------------------------------------------------------
  Transabdominal ultrasound   50--80[@b30-jir-11-077]                                        90[@b30-jir-11-077]                                           100[@b10-jir-11-077]                      80[@b10-jir-11-077]                       
  Endoscopic ultrasound       84--100[@b30-jir-11-077],[@b31-jir-11-077]                     94--100[@b32-jir-11-077],[@b33-jir-11-077]                    98[@b31-jir-11-077]                       88[@b31-jir-11-077]                       92--99[@b34-jir-11-077]
  CECT                        60--88[@b30-jir-11-077],[@b34-jir-11-077]                      97--100[@b30-jir-11-077],[@b34-jir-11-077]                                                                                                        94[@b34-jir-11-077]
  MRCP                        81--100[@b30-jir-11-077],[@b34-jir-11-077],[@b35-jir-11-077]   72--98[@b30-jir-11-077],[@b34-jir-11-077],[@b35-jir-11-077]   90.5[@b30-jir-11-077],[@b35-jir-11-077]   95.2[@b30-jir-11-077],[@b35-jir-11-077]   89--94[@b30-jir-11-077],[@b34-jir-11-077],[@b35-jir-11-077]
  ERCP                        89[@b31-jir-11-077]                                            100[@b31-jir-11-077]                                          100[@b31-jir-11-077]                      83[@b31-jir-11-077]                       

**Abbreviations:** CECT, contrast-enhanced CT; ERCP, endoscopic retrograde cholangiopancreatography; MRCP, magnetic resonance cholangiopancreatography.
